Two well controlled non-insulin dependent diabetics with background retinopathy underwent endocapsular lens extraction with in-thebag posterior chamber implantation. In the postoperative period rubeosis iridis set in abruptly. The fellow eyes showed no progression of retinopathy and the diabetic status showed no deterioration. The cause of neovascularisation and the role of intra-versus extracapsular extraction with implantation are discussed.
A 68-year-old man recently detected non-insulin dependent diabetes was seen in October 1988. He had suffered a cerebrovascular accident three months earlier and was on naftidrofuryl oxalate (Praxilene). The visual acuity was 6/12 in each eye, with bilateral cataracts. Fluorescein angiograms revealed focal leaks at the posterior pole, with no evidence of neovascularisation at the optic disc (NVD). The quality of the films were poor owing to the cataract. In order to facilitate laser photocoagulation, he underwent an uncomplicated endocapsular lens extraction with inthe-bag PCIOLI in the right eye on 27 January 1989. Postoperatively the visual acuity was 6/9 with a pinhole, the intraocular pressure (IOP) was 12 mmHg, and there was no evidence of rubeosis iridis. In March 1989, focal laser photocoagulation was carried out to both posterior poles, treating areas of intraretinal microangiopathy. In May, approximately 14 weeks after the operation, he returned with acute pain and sudden loss of vision in his right eye. The visual acuity was hand movements only, the eye was congested with heavy flare and cells in the anterior chamber. A 71-year-old man presented in January 1987 with a visual acuity of 6/12 in the right eye and 6/24 in the left. Bilateral posterior subcapsular cataracts were noted. The fundi showed simple background retinopathy with few microaneurysms at the posterior pole. Four months earlier diabetes had been diagnosed and treatment started with glibenclamide 5 mg twice a day. By March 1988 the cataracts had advanced, and the visual acuity had reduced to 6/36 and counting fingers respectively. An endocapsular lens extraction of the left eye was performed on 23 March 1988. A small rent occurred in the central posterior capsule, but this did not hinder satisfactory in-the-bag PCIOLI. On the first postoperative day the visual acuity was 6/9, the IOP was 10 mmHg, and no rubeosis iridis was seen. When he was examined again in May, there was a progression of the background retinopathy in the left eye with dot haemorrhages at the posterior pole. Three months later (five months postoperatively) he presented with a red eye and sudden blurring of vision in the operated eye. The visual acuity was down to 6/12, frank rubeosis iridis and new vessels at the disc were present. The IOP was 46 mmHg. Treatment was instituted with acetazolamide tablets 250 mg four times a day and timolol eye drops 0 25% twice daily. Panretinal laser photocoagulation was undertaken in two sessions, leading to partial regression of the NVD. Despite treatment the visual acuity subsequently deteriorated to 6/60; the IOP was 58 mmHg, and rubeosis iridis remained. The right eye has shown no progression of the retinopathy whatsoever. His blood sugar has remained under control all along. 
